Leukocyte migration inhibition (LMI) by choroid, retina, and uveal tract antigens was studied in patients with active and quiescent chorioretinal disease. LMI by retina was more frequent in both groups of patients, occurring in 9 of 16 patients with active disease and in 8 to 15 patients with disease in remission. Choroid was tested in 15 patients with active inflammation and led to LMI in 7 of them when they were off steroid therapy; it produced LMI in 3 of 13 patients whose disease appeared healed. Significant LMI was detected in three of six patients with active chorioretinitis and in one of five patients with evidence of past chorioretinopathy when their cells were tested with antigen made from pooled uveal tract tissue. The LMI test, regarded as an indicator of cell-mediated immunity, is briefly discussed. LMI by retina in over one-half of patients with chorioretinopathies appears to be a secondary event, and cellular immunity to retina may be of pathophysiological importance in the chronicity of the disorder.
Leukocyte migration inhibition (LMI) has been considered a reliable test for cellular immunity. It has been used in renal, central nervous system, and autoimmune disorders in addition to other human diseases (3, 9, 12, 15) Table 2 had evidence of old chorioretinal disease; in some patients it was presumed to be related to inflammation in other parts of' the eye, in others it was related to hemorrhage into one of the tissues, and in the remaining patients only the evidence of past irritation was seen, e.g., scars or pigmentation. Normal, healthy individuals' cells were studied with each pool of' antigen protein prepared from choroid and retina and the uveal tract (Table 2 ). Age and sex are not indicated in Tables 1 and 2 LMI. Peripheral blood from the patients being studied (30 ml) was collected in plastic, disposable syringes (100 U of phenol-free heparin per ml of whole blood) and allowed to sediment at 37 C for 45 min. The leukocyte-rich plasma was centrifuged at 90 x g for 30 min. The cells were resuspended in 5 ml of' complete medium (Roswell Park Memorial Institute 1640) supplemented with 20% heat-inactivated fetal calf serum, penicillin (100 U/ml), streptomycin (1 jg/ml), and fresh L-glutamine (200 gg/ml), and centrifuged at 90 x g for 5 min. Remaining erythrocytes, which clump and impede migrating cells, were lysed 88;9 ber of experiments in parentheses) 6-10 (5) 6-10 (6) 6-10 (4) 11-15 (1) 11--15 (1) 15 (1) 19 (1) 17 (1) a LMI of 25% or more is considered significant. by the addition of 2 ml of isotonic sodium chloride. followed by 6 ml of distilled water. Isotonicity was restored by the addition of 2 ml of 3.55% sodium chloride. The cells were washed twice more, and a 10%
cell suspension was made in complete medium. The cells were aspirated into capillary tubes (internal diameter 1.1 to 1.2 mm) which were sealed with Plastilene clay, centrif'uged at 600 x g for 10 min. and cut at the cell-fluid interphase. The cell-containing portion was placed into Sykes-Moore chambers which were filled with complete medium. At least three chambers were used as control, without added antigen, and for each antigen at a concentration of 0.2 mg of protein/ml. They were incubated at 37 C in 5% CO2 for 18 h, at which time the "migration fans" were projected on a slide projector and traced on transparent paper at a 10-fold magnification. [Table 21 ). Anti-inflammatorv and immunosuppressive treatment interf'eres with in vitro tests for cellular sensitivity (18) .
In sarcoidosis, cellular immunity is defective.
but direct cell migration does not appear to be impaired (17) . As the disease becomes more active, there is often decreased cell-mediated immunity with increased humoral activity, as evidenced bv a nonspecific rise in antibody levels. During remissions, cellular immunity increases and antibody levels decline (13, 16, 17) . The IgM toxoplasma titer of' 1:1024 in patient no. 8 ( 9, 1974 It has been recognized that larger quantities of antigen (0.3 mg/ml) (2) (8) .
Retina caused LMI more frequently and often to a greater extent than choroid, whether the disease was active or quiescent (Tables 1 and 2 ). An 
